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Editorial 

Myeloma Overexpressed (MYEOV), a gene at 11q13 
chromosome break point and most commonly referred as 
a gene located 360 kb centromeric to CCND1 gene is 
overexpressed and involved in tumor genesis in number 
of cancers including breast cancer, gastric cancer, 
esophageal squamous cell carcinoma, colon cancer, non-
small cell lung cancer (NSCLC) and in multiple myeloma. 
Studies on MYEOV gene have shown both CCND1/IGH 
dependent and independent regulation of expression of 
MYEOV. In this special issue, a collection of five articles 
contribute to the underlying of mechanisms of MYEOV 
regulation. 

 
The paper by Janssen JW, et al. [1] observed that in a 

subset of multiple myeloma cell lines both CCND1 and 
MYEOV are co-activated by t(11;14)(q13;q32); and the 
Immunoglobulin heavy (IGH) region involved were either 
the 5’ Eµ or the telomeric 3’ Eα enhancers, which 
juxtaposed to the MYEOV. The paper by Janssen JW, et al. 
[2] presents amplification of MYEOV along with CCND1 in 
esophageal squamous cell carcinomas. However, in few of 
the cell lines assessed in this study, MYEOV was 
epigenetically inactivated, explaining the discrepancy of 
MYEOV amplification without high MYEOV expression. 

 
The paper by de Almeida RA, et al. [3] proposed 

MYEOV gene translation is tightly controlled by upstream 
AUGs in the 5’-untranslated region of MYEOV gene. The 
paper by Coccaro N, et al. [4] demonstrated that IGH 

variable region juxtaposition to MYEOV and CCND1 was 
responsible for both of these genes expression in a case of 
primary plasma cell leukemia with t(11;14)(q13;q32).  

 
The paper by Fang L, et al. [5] showed that MYEOV 

competing endogenous RNA (ceRNA) or MYEOV 
transcript is upregulated in NSCLC, and played a role in 
the invasion and metastasis of NSCLC. The MYEOV ceRNA 
showed its tumorigenic activity in a miR-30c-2-3p 
binding-dependent manner, and by activating TGF-β 
signaling. This mode of action of MYEOV was independent 
of its protein-coding capacity. Taken together, these 
articles in this special issue show the spectrum of 
mechanism by which MYEOV gene is regulated in 
different cancer types. This may provide the 
understanding and need for assessing MYEOV gene 
regulation using different mechanistic approaches when 
MYEOV gene alteration is detected at DNA, RNA or 
protein level. 
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